Neuropathological studies in patients with Wemicke's encephalopathy have shown symmetric lesions in the paraventricular regions of the thalamus and hypothalamus, in the mamillary bodies, periaqueductal region of the midbrain, floor of the fourth ventricle, and midline structures of the cerebellum.2 Histologically, the acute lesions were found in and around blood vessels. Hypertrophic endothelial cells, demyelination, loss of neuropil, proliferation of astrocytic and microglial cells, and relative preservation of neurons have been reported in neuropathological studies. Periventricular haemorrhages, usually petechial in size, may be found in up to 20% of cases. Two patients were reported to have died of extensive haemorrhagic brainstem lesions detected on necropsy. 3 Wemicke's encephalopathy remains a clinical diagnosis, because of the insensitivity of neuroimaging in this setting. Initial CT in our patient was normal. Haemorrhages due to Wemicke's encephalopathy detected on CT or MRI are seldom reported in the medical literature. In one report scattered haemorrhages in the thalami and posterior diencephalon in a patient with Wernicke-Korsakoff syndrome were shown by CT. 4 In a case report a small haemorrhagic lesion adjacent to the body of the lateral ventricle was discovered on MRI. 5 The severe intraventricular haemorrhage due to Wernicke's encephalopathy as seen in our patient raises the question of whether spontaneous bleeding of Wernicke's encephalopathy was accentuated by an associated coagulopathy. At the time of ventricular haemorrhage the data on clotting studies were normal. Moreover, the patient had not received antiplatelet agents. Analysis of these mutant alleles among patients with multiple system atrophy showed no difference in the frequency of these alleles from that in control subjects.4 A further polymorphism causing an amino acid change from Arg296 to Cys296 at the HhaI site in exon 6 of the CYP2D6 gene has been described.56 The frequency of this polymorphism, which is not associated with the poor metaboliser phenotype,5 was 26% among normal white subjects,5 but only 9% in Japanese control subjects. 6 Recently, an association with the Arg296 to Cys296 polymorphism was suggested in a small series of 10 Japanese patients with multiple system atrophy and it was suggested that this polymorphism may be a useful marker for susceptibility to this disease. 7 We examined the frequency of this polymorphism in a larger series of 74 white patients with multiple system atrophy. The diagnosis was clinical in 598 and pathologically established in a further 15, in whom frozen brain samples were analysed. The method for the detection of the polymorphism has been described elsewhere.6 Our results show a similar frequency of the mutant allele (48 of 148 total alleles) among the patients with multiple system atrophy to the published frequency among white control subjects (32% v 26%; X2 = 0-97, P = 0 32).
We conclude that, at least in white subjects, the HhaI polymorphism in exon 6 of the CYP2D6 gene is not associated with multiple system atrophy and is therefore not a useful marker for susceptibility to multiple system atrophy. The afferent and efferent cerebellar fibres form a loop extending from the cerebral cortex through the pons and middle cerebellar peduncle to the cerebellar cortex and then extending from the dentate nucleus through the superior cerebellar peduncle, red nucleus, and thalamus back to the cerebral cortex. Ataxic hemiparesis has been associated with lesions in the corona radiata, thalamus, midbrain, and pons. Fisher and Cole first reported that a paramedian infarct of the basis pontis located at the junction of the upper one third of the pons with the lower two thirds could produce a contralateral ataxic hemiparesis.' One of the major questions concerning pontine ataxic hemiparesis is why the limb ataxia is seen only contralateral to the lesion and not bilaterally.' 2 The corticopontine fibres terminate by synapsing with the pontine nuclei and most fibres then cross the midline to enter the contralateral middle cerebellar peduncle. A basis pontis infarct might thus be expected to produce bilateral limb ataxia because it would involve ipsilateral pontine nuclei and corticopontine fibres as well as pontocerebellar fibres that have crossed from the contralateral side. We report a case of a mid-pontine paramedian infarct with caudolateral extension resulting in ataxic hemiparesis with bilateral leg ataxia.
An 80 year old white man with a history of coronary artery disease suddenly noticed left sided weakness. On examination, he had
